Section of right cochlea through the region of basal and mida., codes. The scala tympani (.S 71i and mod;olus M) of the basal coil contain a deposit of myxoid connective tissue (AICT)1. There is severe reduction of spiral ganglion cells in modiolar spaces that would normally contain many. The organ of Corti -.
Section of right cochlea through the region of basal and mida., codes. The There was recent thrombosis of the anterior descending branch of the left coronary artery with an extensive infarct of the anterior wall of the left ventricle covered by mural thrombus. CASE 3 A 75 year old woman was admitted with a one month history of increasing dyspnoea. She had no clinically important medical history. She was hypothermic (core temperature 32°C), hypotensive, and had purpura and severe biventricular cardiac failure.
The haemotological results were compatible with DIC (table) If sufficient thromboplastin is released by a large pulmonary infarct, then the coagulation abnormality can progress from symptomless haematological change to clinical DIC. The pulmonary infarcts in cases 1 and 2 were extensive, a feature they share with previous examples of DIC attributable to pulmonary infarcts.4
Abnormalities in circulating clotting factors are also seen in myocardial infarctions.5 Myocardium contains less thromboplastic activity than lung, however,6 and quantitatively less tissue is infarcted, thus thromboplastin release secondary to myocardial infarction may be insufficient to trigger DIC. An alternative mechanism exists whereby myocardial infarction might lead to DIC; thrombosis within a ventricular aneurysm has been associated with DIC7; both cases 2 and 3 had a large ventricular aneurysm filled with thrombus.
We believe these three cases are examples of pulmonary and myocardial infarction causing rather than complicating DIC; no other cause could be found at necropsy. Review of cases 1 and 2 after necropsy suggests that the clinical presentation was due to a combination of pulmonary embolism and infarction. In case 3 the presentation was with cardiac failure, but consumption of clotting factors by the large intracardiac thrombus precipitated DIC. 7 The use of heparin in DIC is controversial. Stahl et al reported the successful treatment of six cases of mild consumption coagulopathy (normal or near normal clotting) due to occult pulmonary embolism, with full heparinisation.8 In contrast, Mant and King reviewed 47 patients with severe DIC9: 12 patients had received heparin, in seven bleeding worsened, and in only one was any benefit seen.
Identification and treatment of the precipitating cause is essential in the management of DIC, but in this series the underlying cause of the DIC was only apparent at necropsy. Case 2 had a matched defect on the ventilation and perfusion lung scan which was not thought to represent pulmonary embolic disease. This investigation is neither sensitive nor specific for pulmonary embolism, however,10 and while mismatched defects are compatible with pulmonary embolism, pulmonary infarction may cause a matched defect. These cases highlight the need for early diagnosis and treatment of pulmonary embolism before the irreversible stage of severe DIC is reached. At this stage coagulation with heparin is unlikely to be of benefit. A high degree of clinical suspicion is of particular importance in the elderly, in whom clinical presentation may be atypical.
